T2 weighted axial magnetic resonance image of the pelvis showing a gadolinium enhancing lesion within the piriformis muscle. The lesion can be seen in the piriformis as it passes through the sciatic notch (open black arrow). The muscle is distended by the abscess (solid black arrow), displacing the sacral plexus (open white arrow) and superior gluteal vessels (solid white arrow) anteriorly internal rotation and by digital pressure over the piriformis muscle in the gluteal region or lateral pelvic wall. Female patients may complain of dyspareunia. In most cases the syndrome is due to hypertrophy of the piriformis muscle secondary to repetitive injury1'2.
Piriformis muscle abscess with sensorimotor deficit has been described after epidural anaesthesia and forceps delivery3. S. aureus is the most common organism but many others have been reported4. Typically the infections arise by haematological spread, rarely by direct spread from pelvis or bowel. In our patient a CT-guided transgluteal approach through the greater sciatic foramen was used to aspirate the pelvic abscess; this method is now favoured over the traditional transperitoneal approach or laparotomy. Butch et al.5 used this technique in 21 patients with pelvic abscess or fluid collection, avoiding surgery in 17 cases (81%). In patients presenting with sciatica without evidence of disc disease and with prominent pain on passive hip movement one should consider pelvic muscle abscess, easily confirmed by enhanced magnetic resonance or computed tomographic imaging.
Back pain during pregnancy and after childbirth: an unusual cause not to miss Backache is a common symptom in women of childbearing age. Up to 50% of women report back pain at some stage during pregnancy and in one-third the severity of the pain is such that it interferes with daily life. Although in many cases backache resolves shortly after delivery, in some it continues for months; in others it begins postpartum'.
Here we report two patients in whom back pain was erroneously attributed to pregnancy and childbirth, with consequent delay in referral, diagnosis and treatment.
CASE HISTORIES Case I
A 37-year-old woman with two previously uncomplicated pregnancies was seen 5 months into her third pregnancy with a two-week history of severe lower back pain. She had suffered intermittent back pain throughout this pregnancy but at no other time before. On this occasion the backache was complicated by bilateral sciatica as well as difficulty in passing urine. She could not recall any specific triggering factors for this episode. Her symptoms were originally attributed to the pregnancy and she was managed by analgesia and bed rest. When symptoms did not resolve she was referred to hospital where clinical examination revealed saddle anaesthesia, reduced anal tone and absent ankle reflexes bilaterally.
Magnetic resonance imaging (MRI) displayed a large central disc prolapse at L5-Sl level. she went on to have an uncomplicated delivery. At one-year follow up, however, she continued to report reduced sensation in the sacral area. Case 2 A woman aged 29 was seen four weeks after a third uncomplicated pregnancy and delivery with a 1-week history of lower back pain. The pain first occurred when she lifted her baby but had been getting progressively worse. In the three days before admission she had also experienced left-sided sciatica and perianal and vaginal numbness. The symptoms were initially attributed to the pregnancy and childbirth, but the patient was referred to hospital when she developed urinary retention. On admission clinical examination revealed limitation of straight leg raising to 20°bilaterally, loss of ankle reflexes, saddle anaesthesia and reduced anal tone. 1700 mL of urine was drained upon catheterization.
MRI showed a central L5-S1 disc prolapse with marked thecal displacement (Figure 1 ). An urgent L5-S1 laminectomy was therefore performed. Postoperative recovery was uneventful and the patient was symptom free with full bladder control and normal perineal sensations at six-month follow-up. COMMENT Many factors contribute to back pain during pregnancy. Relaxin, secreted by corpus luteum, produces ligamentous A~~~~~~F igure 1 T2weighted magnetic resonance image showing prolapsed L5-S1 disc causing compression of the _ cauda equina laxity and may lead to sacroiliac strain. Increased lumbar lordosis, positional and postural stresses, direct pressure on nerve roots by the gravid uterus and ischaemia of neural elements due to uterine pressure on aorta and vena cava may also result both in back pain and in its radiation to the legs2. Previous history of backache, younger age at pregnancy and physically strenuous occupation are also associated with development of peripartum back pain1.
Prolapsed intervertebral disc as a cause of low back pain, during pregnancy or in the postpartum period, is uncommon with a reported incidence of 1:10000 cases3.
LaBan et al.4 reported six patients with prolapsed
intervertebral discs during pregnancy, all presenting with back and radicular pain. MRI demonstrated central disc prolapse in only one case. In four patients symptoms resolved on conservative management but in two cases discectomy and lumbar laminectomy were required to relieve intractable pain.
Diagnosis of midlife prolapse of a disc causing cauda equina compression is particularly important since a delay in surgical intervention can lead to permanent neurological deficits. Tay et al.5 reported on the clinical features of this group of patients. Although severe back pain, bilateral sciatica and motor weakness in the legs were usually present, the most consistent features of cauda equina compression due to centrally prolapsed discs were saddle anaesthesia, urinary retention and reduced anal tone. Furthermore, unlike motor function, sphincter and sensory recovery may be poor if treatment is delayed. Urgent diagnosis and surgery are therefore required to prevent a partial cauda equina lesion from progressing to complete sphincter and sensory paralysis6.
In the two cases reported here some or all of the cardinal features of cauda equina compression were present; none the less there were delays in neurosurgical referral which in one case may have resulted in long-term neurological deficit. We recommend that in pregnant and postpartum women back pain should not be looked upon merely as a normal occurrence. Detailed history and neurological examination are essential to identify the danger signs. Traction Celestin tubes are commonly used for palliation of dysphagia in carcinoma of oesophagus, despite a tendency to functional or structural failure while in situl4. A cause of tube obstruction reported on one previous occasions was a bubble of fluid in the tube wall. Here we report a second case of Celestin bubble and suggest a simple way to rectify it.
CASE HISTORY
A man aged 52 underwent laparotomy for adenocarcinoma of the gastro-oesophageal junction. Trial dissection revealed that the tumour was invading the pancreas, so further dissection was abandoned. In view of the patient's dysphagia, a traction Celestin tube (Ambleletin Ltd, UK) was placed across the obstruction. The patient received radiotherapy postoperatively (a total of 3593 cGy in 19 treatments over 46 days). Radiotherapy had to be stopped at this stage (89th postoperative day) because of the onset of vomiting which was thought to be due to radiation. Over the next few days the patient's swallowing worsened despite medical treatment. A barium swallow fourteen weeks postoperatively revealed complete blockage of the tube and a rounded radiolucent shadow within the contrast which was taken for a food bolus (Figure 1) . The next day fibreoptic oesophagoscopy was attempted but proved impossible because of retained barium. A rigid oesophagoscope was passed and the upper end of the tube was identified. Attempts to clear the tube failed and it was removed. There were at least three gas filled blisters in the wall of the tube, kinking and distorting it. The largest blister was 6 cm across at the time of removal. The blisters were also bulging within the lumen of the tube, reducing it to the point of occlusion (Figure 2 ). ".Mt~~~~~~~~~~~~~~~~~~~~U 
